. Bone marrow cell hypoplasia tioning revealed that he took the occasional phenylbutazone tablet before playing golf.
He recovered quickly and remained asymptomatic with a stable blood count (Hb on average II gllOOml, WBC 2.5x 10 9/1) until April 1981 when he was readmitted with a pyrexia of 40°C and right middle lobe pneumonia. Investigations revealed Hb of 7 gilOO ml and WBC 0.5 x 10 9 /1. Extensive cultures of blood, sputum and throat grew no pathogens, however the fluorescent antibody test against Legionnella pneumophila was positive 1/64. Bone trephine biopsy again showed extreme hypocellularity. He failed to respond to intravenous penicillins but slowly recovered when the antibiotics were changed to intravenous erythromycin and gentamicin.
In July 1981 a routine blood film revealed 13% hairy cells (on white count differential) confirmed by tartrate-resistant acid phosphatase positive staining. A further bone marrow trephine showed the appearance of profound hypoplasia and replacement of normal haemopoietic elements with hairy cells. The diagnosis of HCL was therefore confirmed 19 months after initially presenting with aplastic anaemia. The patient has since remained asymptomatic and on no specific treatment.
Discussion
HCL is often misdiagnosed initially because the cells, being difficult to identify, are mistaken for those found in Iymphoproliferative disorders such as chronic lymphatic leukaemia and Hodgkin's disease; however HCL is an important disease to diagnose as the natural history is so different from its more common counterparts. Moreover, the changes within the bone marrow can be patchy and missed on bone trephine biopsy. This is unlikely to have been the case in our patient, however, as he had two negative bone trephine biopsies before the diagnosis of HCL was made. Brearley et al. (1979) described 3 cases of. HCL who presented with hypoplastic bone marrows but with hairy cells present. They postulated that 0141-0768/83/050428-02/$01.00/0 the hairy cells themselves exhibit a cytotoxic effect within the bone marrow.
It is also interesting to note that our patient developed Legionnaires' disease. This illustrates the tendency of atypical infections to complicate HCL, and indeed infections account for more than 50% of the mortality. Berlin et ·af. (1980) have described 3 cases of Legionnaires' disease occurring in HCL. It has been postulated, therefore, that there is a defect in cell-mediated immunity in HCL, but this has not been confirmed by clinical studies (Mackowiak et al. 1980 ).
Panniculitis mimicking Degos' papulosis '
B E Monk MA MRCP A C Pembroke MA MRCP
Department of Dermatology King's College Hospital. London SE5
A case is described of an 8-month old infant with a symptomless eruption which was clinically indistinguishable from Degos' atrophic papulosis, but which was shown histologically to be a panniculitis.
Case report
The patient, a female infant aged 8 months, had a normal birth and development. From the age of 2 months she was noted to have developed about 20 apparently symptomless lesions on the trunk and limbs. The lesions were of two types: the majority were porcelain-white macules, 3-5 mm in diameter, with an adherent scaly surface, a surrounding rim of deep erythema and underlying induration ( Figure I) ; the others, sited mainly on the back, were small, depressed, firm subcutaneous nodules, rather more readily felt Biopsy of 'both types of lesion showed a panniculitis with extensive fat necrosis and calcification, a vasculitis of deep blood vessels, and a' sparse, upper dermal, predominantly mononuclear cell infiltrate (Figures 2 and 3) . Direct immunofluorescence of the skin was negative. The full blood count and serum amylase were normal, and the antinuclear factor of both the child and her parents was negative.
Discussion
The cutaneous eruption in this child bears a striking similarity to that seen in Degos' atrophic papulosis, a rare disorder of unknown cause in which characteristic skin lesions are often followed by 'gastrointestinal and neurological lesions which are normally fatal. The skin lesions of Degos' papulosis are said to be sufficiently distinctive to allow a confident clinical diagnosis (Degos 1979) . Our patient is of interest because although the clinical appearance is indistinguishable from Degos' papulosis, the histological features cannot be reconciled with that diagnosis. In Degos' papulosis a cone of hypo-or acellular dermal necrosis is seen radiating from a thrombosed dermal blood vessel, whereas in our case a panniculitis was present. Professor Degos, who has reviewed the histology in this case, concurs that it is not compatible with a diagnosis of atrophic papulosis. The cause of this child's panniculitis remains uncertain. Although lupus erythematosus profundus is suggested histologically, the age of the patient and the negative immunological findings are against such a diagnosis. Other causes of a panniculitis such as erythema nodosum, Bazin's disease, lipogranulomatosis subcutanea, cold injury, or injection of noxious agents can be excluded on either clinical or histological grounds.
